facilitation of cortical responses evoked by stimulation of the optic nerve or specific thalamic relay nuclei. In these experiments, the enhancement of centrally evoked potentials is in sharp contrast to reticular suppression of responses evoked to pcriphcral stimuli. Recently, facilitation of thalamic transmission by reticular stimulation has been reported by DAGNINO et nl. (1965) and SYMW.S and A~tr~sos, 1967) . On the other hand, it was shown by AHDUN and HIRAO (1959, 1960 ) that visually evoked rcsponscs were influenced directly by retinal discharge. Thus, visually evoked responses are affected not only by the reticular formation but also by peripheral influences.
The present cxpcriments were designed to analyze pharmacologically the role of reticular modulation of the visual system by observing the relation of altered visually evoked responses to associated reticular activity with some central nervous system depressants.
Experiments were carried out on thirty adult cats, 2.5 4-O kg in weight. All operative procedures were performed under dicthyl ether-oxygen anesthesia administered through an intratracheal cannula. The animal was fixed in a stcreotaxic instrument. The skull over the left lateral gyrus was removed and burr holes made for insertion of bipolar stimulation clcctrodcs in the ipsilatcral optic tract and reticular formation. The location of these stimulating electrodes was determined by the stcrcotaxic atlas of Sr~lcn and NII:M~R (1961) . The radial vein was used for drug injection. After all operative procedures were completed. the animal was immobilized with d~ameth~)nium (l-3 mg,'kg per hr). All wound edges were infiltrated with 1 ?A lidocainc repeatedly thr~~ughout the experiment to prevent pain and discomfort. Heart rate and blood pressure were monitored routinely. Respiration was maintained with an artificial respirator and body temperature kept at 36.0-37.O.C by means of a heating pad. AI least 3 hr were allowed for recovery from dicthyl ether anesthesia before recordings were begun.
Evoked responses were recorded monopolarly from the primary visual cortex (left lateral gyrus) with a silver ball tipped electrode. Single electrical pulses (0.03-0.05 msec and I.5 V) were applied to the left optic tract (All, L7, H-4). The indifferent clectrodc was placed on the occipital skull in the midline overlying the cerebellum.
Electrical stimulation of the mcsenccphalic reticular formation (A2.0, L3.0. H1.O) usually was a 40 mscc train of monophasic pulses, I.0 mscc duration and 21x) H7. The threshold for reticular PEG activation was detcrm;ned for a 6 set stimulus, I mscc duration and 200 Hz. For examination of reticular facilitation of the VER, increasing intensities of 1, 2, 4, 8, 16 and 32 times above the threshold for EEG activation were used. Stimulating clectrodcs consisted of bipolar concentric stainless steel wires insulated with Aralditc cement (Ciba) except at the tips. The distance of both bared tips was approximately I mm. EEG monitoring was carried out simultaneously on the left anterior and posterior sigmoid gyri by phonograph needles inserted into the skull and in the right hippocampus with a bipolar concentric clectrade. The Grass Model 111 EtiG was used. Evoked responses were amplified with a Grass P5 A-C preamplifier and monitored on a Tektronix Type 502 dual-beam oscilloscope. Potentials were recorded on Kodak plus-X black and white safety film by a Crass Model C4G long-recording camera automatically triggered at 5-see intervals by a Hunter timer, which also triggered two Grass stimulators and the oscilloscope simultaneously. The peak to peak amplitude of some components of the evoked potentials HBS measured and the mean : SF.. determined for each series of ten potentials. IIo\~cvcr, by using RFs greater than 8 times above threshold, the facilitatory effect on the VER was reduced except for the P, component (see Fig. 2 ). In three cats where 32 times abokc threshold RFs were used, all components wcrc reduced. RI-s of 4 or 8 times threshold produced typical EEG desynchronization for I or 2 see after stimulation. Even in animals which showed EEG desynchronization before KFs, the VEK was also markedly facilitated by RFs. This reticular facilitatory effect on the VER was strongly modified by the time course of the conditioning (RFs) and test (OTs) stimuli. Facilitation of some components of the VER was maximal at a 50 msec interval, gradually dccrcasing with increasing time intervals as illustrated in Fig. 3 . RFs was almost ineffective at 3 400 msec interval. The most striking reticular facilitator)' cfTcct on the VER was obtained with a 40 msec train of reticular stimulation 50 msec prior to the test stimulus to the optic tract with an intensity of 8 times above the EEG activating threshold. Therefore, the subsequent drug studies were carried out using these experimental conditions. Ftci. 1. RFs up to 32 mgjkg of pentobarbital. However, with this large dose of pentobarbital, P, was enhanced above control (see Fig. SA 
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